cence, respective fluorescence of the metabolites and parent compound) and to quantify their participation in the intracellular fluorescence spectra (21).
An example of the resolution is shown in Figure 2 . The spectrum was recorded on a single cell after 3-OH-B(a)P treatment. Three components were identified: 3-OH-B(a)P, intninsiccell fluorescence, and 3-O-glucuronide.
;-.
.' y;
: (5) 3-O-glucuronide;
(4) residual weighted curve.
Chi-square value is The microspectrofluorometer equipped with a thermostatted stage allowed temperature control of the cells, so that the experiments were performed at the optimal temperature for each cell line (37'C or 20'C). The use of a stepping motor stage made it possible to follow the simultaneous evolution with time of the fluorescence spectra of 10 individual cells belonging to the same culture chamber (22). Because samples of 50-100 individual cells are necessary to characterize a cell population, we followed the kinetics on 10 cells in five to ten culture chambers. However, to study cell populations in the same metabolic state, experiments were performed on cell populations in exponential growth phase, i.e., between 48-96 h ifter seeding.
As usual, precautions were taken to guard against potential artifacts resulting from the high sensitivity of the equipment and the light sensitivicy of drugs and living materials.
Kinetic Studies.
As previously stated, when cells were incubated with 3.OH-B(a)P-or 9-OH-B(a)P-containing medium, cell fluorescence intensity increased as a result of uptake of the drug. In our experimental conditions, about 30 mm were necessary for the cell fluorescence intensity to stabilize because of the competition between the intake process and the metabolism ofthe probe. When this plateau was reached, the monohydnoxybenzo(a)pyrene-contaming medium was removed and the culture chamber was quiddy washed three times with fresh medium.
Finally, a pre-determined amount of fresh medium was added and the experiment initiated. 
Results and Discussion
Metabolism ofMonohydroxy-benzo(a)pyrenes by RTG2 
Cells
The distribution of the cell population as a function of the values ofthe rate constant ofthe metabolism ofeach compound was evaluated. No striking difference existed between the histogram obtained for 9-OH-B(a)P ( Figure  3A ) and the one obtained for 3-OH-B(a)P ( Figure  4A) of the phenols as substrates for the STase, since no such differences were obtained with RTG2 cells.
Influence ofD-galactosamine on 3T3 Cells
The effects ofpre-incubation with D-galactosamine are summarized in Figures  5A and 6A . Although the presence of D-galactosamine in the culture medium reduced the rate constant values in both cases, this compound was found to be more effective in inhibiting the metabolism of 9-OH-B(a)P ( Figure  5A ) than that of 3-OH-B(a)P ( Figure  6A ), because the rate constant distribution observed for 3-OH-B(a)P is spread towards higher values as compared to that of9-OH-B(a)P. This higher efficiency in 3-OH-B(a)P metabolism associated with our findings with R'1t2 cells (similar inhibition of 3-OH-B(a)P and 9-OH-B(a)P metabolism by D-galactosamine and no STase activity) might suggest that, in 3T3 cells, 3-OH-B(a)P could be a slightly better substrate for STase than 9-OH-B(a)P, but this remains to be verified in a more direct way.
Influence ofD-galactosamine on Intracellular
Glucuronide Accumulation
As previously stated, when 3T3 cells were incubated with 3-OH-B(a)P a small amount of 3-O-glucuronide was found to accumulate in the cells ( Figure  7) . Such an accumulation did not occur when 9-OH-B(a)P was used as substrate and never occurred with 
